The peripheral ulcers in Werner's syndrome do not result from vascular insufficiency but from the lack of cushioning effect given by normal subcutaneous tissue over pressure areas. Sympathectomy does not help and, because there is no inherent defect in the vascular supply, amputation should usually be avoidable. Corneal grafts are rarely successful in these patients. Patients with Werner's syndrome who have been given corticosteroids because a collagen disorder was suspected have not benefited. The chief gain to the patient in recognizing the condition lies in the avoidance of unnecessary treatment. Thannhauser (1945) suggested that 'progeria of the adult' would be a suitable description for patients with Werner's syndrome. Despite clear differences between progeria of children and Werner's syndrome, the skin of both is atrophic and taut, in the extremities; also diffuse arteriosclerosis, osteoporosis and a prematurely senile appearance are common to both. The sinilarities are striking enough to suggest common causal factors.
Although not yet demonstrated, a defective enzyme system, probably inherited by a single gene mechanism, is likely to be lacking in patients with Werner's syndrome. The condition may one day contribute to an understanding of the biochemical control of ageing. Marked cedema of legs, ascites, liver enlarged three fingerbreadths, dilated veins running from abdomen over costal margin to chest. Emergency IVP showed only slight renal function with no evidence of post-renal obstruction. 3.10.65: Evidence of inferior vena cava obstruction was now more marked. There was also an area of cedema over the lower right chest wall, posteriorly. Two pints of grey-brown pus was drained from the tenth intercostal space posteriorly. Pus sterile; no amoebe seen. Radiopaque medium put into the abscess showed it to be a large liver abscess which appeared to have ruptured into the right subhepatic space. Further samples of pus were examined and three days later amcebw were demonstrated. Aird (1950) points out that this is a common feature. Within six hours of abscess aspiration the patient started to produce urine and the signs of inferior vena cava obstruction gradually disappeared. As the blood urea was still high, treatment was commenced with chloroquine, 200 mg I.M. eighthourly (because of its lower toxicity) (Conan 1949) combined with tetracycline 500 mg sixhourly. Tetracyclines are of value especially when given in conjunction with amoebicidal drugs (Adams & Maegraith 1964). In addition, emetine was put into the abscess cavity, gr 1 daily. This treatment was continued for ten days. 6.11.65: It became necessary to carry out further surgical drainage through the bed of the 11th rib, on the right. A further two pints of pus was drained. Following this a ten-day course of systemic emetine was given. February 1966: Discharged from hospital, healthy and well. April 1966: Hepato-scanning showed a normal liver outline with no evidence of any lesion. Chest X-ray normal. Marberg & Czerniak (1964) demonstrated amoebic liver abscesses with the use of isotope hepato-scanning, using gold, 198Au, and said that there was little danger in this procedure.
Ruptured Amebic Liver Abscess

Discussion
An unusual case of amoebic liver abscess was presented which finally ruptured to produce inferior vena cava obstruction. The diagnosis of liver amoebiasis is very difficult. Kean et al. (1956) point out that in 148 fatal cases of amxebiasis 61 % had amoebic liver abscesses and in half of the 61 % the abscess was missed before necropsy. Changes in the right dome of the diaphragm are important early evidence (Gallway 1946) . A negative history and negative physical examination are not uncommon. Khan et al. (1963) , in a study of 50 patients with amoebic abscesses of the liver, showed that only 28 % had active dysentery and only 42 % had a history of dysentery. While serological tests are not yet readily available, most authorities agree that if and when amoebic liver infection is thought to be present a therapeutic trial with emetine is worth while.
Colonel J M Matheson said that those who had served overseas invariably kept in mind the possibility of amoebiasis in cases of ill health with vague abdominal disorder. In the UK in the last few years there had been a significant increase in the number of immigrants from countries where amoebiasis was endemic. An increasing number of people in the UK had also spent holidays abroad, especially in Mediterranean countries where a varying risk of amoebiasis existed. The significance of this was that a provocative emetine course should feature in the investigation phase of problem illnesses before the patient reached the stage of ill health when the physician considered him too weak to undertake this important provocative test.
Meeting October 71966
Cases Mitral Incompetence Following Acute Cardiac Infarction Treated Surgically J P D Mounsey MD FRCP (Royal Postgraduate Medical School, London) Man, aged 61 This patient was admitted with a recent inferolateral myocardial infarct (Fig 1) to St Charles' Hospital on March 13, 1966 . At the end of the first week an apical pansystolic murmur with axillary propagation was noticed for the first time (Fig 2) . He was in left ventricular failure, with marked pulmonary aedema ( Fig 3A) and a low systemic blood pressure. Signs of congestive right heart failure then developed. Treatment with digoxin and diuretics produced little improvement and he was transferred to the Acute Coronary Care Unit at Hammersmith Hospital on April 6. A provisional diagnosis of acute cardiac infarction, followed by acute mitral incompetence from papillary muscle involvement had been made. Right heart catheterization, using a fine floating PE60 catheter, showed a raised pulmonary arterial pressure, the mean being 27 mmHg, and the right ventricular pressure 40/1 mmHg.
For the next two months intensive medical treatment with digitalis and diuretics was continued but, despite this, he remained in borderline pulmonary cedema and congestive failure, with a low blood pressure. However, the small size of his heart in the chest X-ray suggested that the pulmonary cedema was not primarily due to pump failure but reflected mitral valve dysfunction. This raised the possibility of surgical correction for mitral incompetence.
Full right heart catheterization now showed the pulmonary arterial pressure to have risen to 80 mmHg systolic, with a mean of 60 mmHg. In the pulmonary wedge tracing there was a 65 mmHg systolic wave with a sharp 'y' descent. The left ventricular end-diastolic pressure (measured subsequently) was only 20 mmHg. The cardiac output was 3-7 1./min. A left ventricular cineangiocardiogram was then performed after he had been put on intermittent positive pressure respiration for twenty-four hours to clear the pulmonary cedema. This showed gross mitral incompetence with a normally contracting left ventricle and relatively small expansile left atrium. A final diagnosis of acute inferolateral myocardial infarction
